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グル コース 1モル の 分解 に よ り得 られ る
AdenOsine triphosphate(ATP)分子数は嫌気的分
解 (Embden‐Meyerhof pathway)では2モルであ
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五i)活性酸素産生能の源1定
活性酸素産生能 はBerthold Lab(西独)の
luminescence analyzer、Bio umat LB 9500を用い、
luminol依存性化学発光現象により源1定した。ス
ピッツに血液 200 μlと上記培養液 800 μlを加え、







り、37°C、 5分間incubation後、lumino1 80 μg/ml、




り、37°C、 5分間incubation後、lumino1 80 μg/ml、










血 漿 100 μlを加 え、37°C、 5分間incubation後





242±4 7 count/4×104seC Cell(mean±SEM)に
対 し、担癌 症例 は576±13 6 count/4×104seC
cell、胃癌は426±6 9 count/4×104seC Cellと有
意に高値を示した(P<0.05)。PMA刺激でも健常人
453±4 3 count/4×104seC Cellに対し、 担癌症例
|ま1243±20 7 count/4×104seC CeH、胃癌 は








465±3 9 count/4×102seC Ce11に対し、担癌症例
は755±8.5 count/4×102seC Ce11、 胃盾引よ805士
9 6 count/4×102seC Cellと有意に高値を示した
(P<005)(図5 。
tr 4 Peak chemiluminescence activities
generated in peripheral blood of
patients with cancer and normal sub
jects on stimulation with opsonized
zymosan and PMA.
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generated by monocytes of patients
with cancer and normal subiectS On




は健常人 317±4 5 count/4×102seC Cellに対 し、
担癌症例は212±2 5 count/4×102seC Cen、原発
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低値を示した (P<005)。しかしPMA刺激では逆
に、健常人221±3 9 count/4×102seC Cenに対し、
担癌症例は441±11 9 count/4×102seC CeHと有
意に高値を示し (P<005)(図6 。
“









The relationship between clinical
states and peak chemiluminescence
activities generated in peripheral
blood of patients with cancer and
normal subjects on stimulation with
























脈血 99±10 count1 4 ×102seC Cellに丈寸し、流日1静lFk
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tr 6 Peak chemiluminescence activities
generated by polymorphonuclear
cells of patients with cancer and
normal subjects on stimulation with















count/4 x 10' sec.cell
artery      vein




artery      vein
432±187   246±64
n=7 n=7 n=9 n=9
Gastric Cancer Colon Cancer
tr 8 Peak chemiluminescence activities
generated in whole blood from the
vessels which are near cancer lesion
on stimulation with PMA. The bars
indicate mean+SEM.
counl/4 x 102 sec. c€ll
tr10 Peak chemiluminescence activities
generated by polymorphonuclear
cells f rom the vessels which are near
cancer lesion on stimulatron with
























Gaslric Cancer Colon Cancer
tr 9 Peak chemiluminescence activities
generated by monocYtes from the
vessels which are near cancer lesion
on stimulation with PMA. The bars
indicate mean+SEM.
Monocytes Polymorphonuclear Cells
tr11 Peak chemiluminescence activities
generated by monocytes and
polymorphonuclear cells Jrom the
peripheral vessels of patients with
cancer on stimulation with PMA. The
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counl/4 x lor sec.cell
tr12 Peak chemiluminescence activities
generated by monocytes of normal
subjects which are incubated with the
plasma from the vessels which are
near cancer lesion on stimulation
wrth PMA. The bars indicate mean+
SEM.
count/4x102 sec.cetl
132■36       140±32
n=4             n=4
図13  Peak chemiluminescence activities
generated by monocytes of normal
SubieCtS Which are incubated wlth the
plasma fronn the peripheral vessels of
patients with cancer on stimulation




動脈血 (癌病巣流入動脈血 と癌患者末梢動脈血 )
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trtq The relationship between peak
chemiluminescence activities' ratio(arteris/veins) generated by
monocytes of patients with cancer
and peak chemiluminescence
activities' ratio (arteris/veins) gener-
ated by monocytes of normal sub-jects which are incubated with the















































































































細 菌 の産生 す るmuramyl dipeptide(MDP)、
―-23-―
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